Reporting larva therapy (LT) in wound management, Dr Courtenay and colleagues show the merits and limitations of this approach (February 2000 JRSM, pp. 72±74). They might have said more about how its merits can be improved and its limitations diminished.
The larvae feed vigorously on dead tissue and in the process probably destroy some cells and liberate free radicals. (The role of free radicals in pathology and therapeutics was not established when Livingstone reported his observations in 1936 1 .) Though wound debridement promotes healing, these free radicals would also generate an in¯ammatory response at the wound site, causing the pain that began after 48±72 hours. As part of this in¯ammatory reaction, a reactive hyperaemia might have contributed to the bleeding reported in some patients. The pain and in¯uenza-like symptoms are suggestive of an autacoid response, possibly due to release of kinins or leukotrienes as the necrotic tissue is broken down.
The decrease in the wound size could also be due to an acceleration in collagen formation as reduction of necrotic tissue eventually decreases free radical concentration. The hydroxyproline content of the scar tissue might be used as a measure of collagenation.
Courtenay and colleagues also report that none of the patients who were on LT needed antibiotics. This has pharmacoeconomic implications which are important to us in developing countries. They suggest that the apparent stimulation of granulation tissue following successful larval activity in a wound is probably related to speci®c growth factors in the larval secretion. But the role of free radicals cannot be excluded since hyperbaric oxygen therapy has likewise given excellent results in gangrenous wounds. Wendell Holmes in the USA in 1841. In addition, many others between 1800 and 1847 knew that puerperal fever was transmissible by birth attendants, and took what they believed were appropriate precautions. But none knew exactly how transmission occurred. Most thought that if they attended a case of puerperal fever or of sepsis of any kind, they were in danger of acquiring a surrounding poisonous miasma which clung to their clothes or person like the smoke from an autumn bon®re, and was transmitted to the lying-in patient.
In 1850, and totally independently of Semmelweis, whose work was unknown to him, James Young Simpson (of chloroform fame) described in a brilliant essay how puerperal fever was due to the transmission of`in¯ammatory products' on the ®ngers of the attendant. Thus Semmelweis' major contribution was not the discovery of the mode of transmission but the demonstration that the disease could be prevented by chlorine washing of the hands. For complex reasons, however, very few paid any attention, and mortality from puerperal fever actually rose for the next thirty years throughout Europe and the USA until, in the 1870s and 1880s, the Listerian method of antisepsis in surgery was adapted to lying-in (maternity) hospitals with very great successÐthe ®rst to do so being a Swiss obstetrician in Basle in 1869.
The identi®cation of Streptococcus pyogenes as the causal agent is usually attributed to Louis Pasteur in 1870, but
